more susceptible to peroxide-induced apoptosis than their wild-type counterparts. Conversely, retroviral transApoptosis-inducing factor (AIF) was originally discovered as a mitochondrial protein that, like cytochrome duction of wild-type AIF rescued the mutant cerebellar granule cells, leading the authors to suggest that AIF c, is released into the cytoplasm during cell death. New evidence suggests, however, that a redox-active serves as a free radical scavenger to prevent apoptosis by a mechanism separate from its previously estabenzymatic region of AIF may be antiapoptotic while a DNA binding region is proapoptotic. 
contribute to respiration and electron transfer, must be studied. Since AIF has both nuclear and mitochondrial dependent cell death pathway, but this was not ob-localization sequences, it may have a dual role in dividing and nondividing cells. Perhaps AIF is released from mitochondria to decrease oxidative stress and limit calcium overload? In fact, cytosolic homologs of AIF, such as PRG3, might fulfill this role under normal conditions in cells exposed to unusually high levels of oxidative stress (Ohiro et al., 2002) . It is therefore a great time for cell and molecular biologists to team up with structural and redox chemists to work out the details of the normal and pathological activities of AIF and related proteins. It will be important to identify the critical partners associated with AIF's redox function in mitochondria and its DNA binding properties in the nucleus. These processes are critical to the life and death of cells in response to oxidative and nitrosative stress experienced during normal aging and degenerative diseases.
